Introduction
It is nearly 100 years since Hutchinson described the case of an elderly man unable to wear his hat because oftenderness of his temporal arteries.' Since then giant cell arteritis (GCA) has been much described, discussed, and, with the advent of corticosteroids, effectively treated. Although common enough for most doctors to be familiar with the typical features of headache, temporal artery inflammation, visual disturbance and polymyalgia rheumatica (PMR), it is sufficiently uncommon for atypical cases to continue to give rise to diagnostic difficulty. There are several areas of controversy in this condition, including the role of the erythrocyte sedimentation rate (ESR) in diagnosis and management, and indications for temporal artery biopsy. The right dose of corticosteroid is also questioned, the optimum duration of therapy, and the best alternative if corticosteroids are not tolerated in an adequate dose to control symptoms.
Diagnostic difficulties
Difficulties arise when the presenting feature is an unusual one, such as cough or claudication, and the physician,-not suspecting GCA, fails to elicit other signs or symptoms which would point to the correct diagnosis. Equally difficult are those cases where the presenting feature is a classic one for GCA, such as headache, but the patient denies any associated symptoms to confirm the suspicion. Most difficult of all is the patient presenting with an isolated and atypical feature.
Ophthalmic complications are not restricted to sudden blindness. Amaurosis fugax, scintillating scotomata and diplopia may also occur, and may herald blindness. Furthermore when one eye goes blind, the other follows in 30% of cases, and usually within the next 7 days.2'3 Since treatment rarely reverses established blindness, it is important to make a rapid diagnosis of GCA, and institute appropriate treatment at once.
Neurological complications may be similarly devastating and progressive. Transient ischaemic attacks, stroke, dementia and coma have all been described.4'5 Such neurological conditions are common amongst the elderly, and can easily be interpreted as arteriosclerotic. The possibility of GCA as the explanation for a sudden central nervous system syndrome in the elderly should always be borne in mind and steps taken to confirm or exclude the diagnosis as a matter of urgency.
Less common, and also less well recognized, are the respiratory manifestations of GCA. Cough is the commonest respiratory symptom, occurring in an estimated 9%, usually developing with other features of GCA, though occasionally preceding them by a matter of months. It may be dry or productive of white or yellow sputum. Sore throat, diffusely felt across the anterior neck, without abnormality in the fauces, has also been noted.6 Severe lung arteritis with pulmonary infiltration or nodules occurs rarely, but may be fatal. The diagnosis may be made by discovering evidence of arteritis elsewhere, by transbronchial biopsy, or at post-mortem, when large or medium sized arteries may reveal the typical changes of GCA. '-9 Large vessel GCA usually presents with claudication of the arms or legs. Bruits over major vessels, absence ot pulses, and absence of blood pressure are found on examination.'0 Although limb claudication was the presenting feature in only 5% of cases in one series of patients with GCA" large artery involvement is detected clinically in 14% of cases and at post-mortem examination 64% of cases showed signs of femoral artery involvement. Aortic 
